A 62-year-old man originally presented in May 1971 with an acute myocardial infarction. At follow-up two months after the first attack he was complaining of tiredness, dyspnoea, and shoulder and back pain. His chest x-ray showed an enlarged cardiac shadow with no sign of pulmonary congestion. He was treated with diuretics and practolol without symptomatic or clinical benefit.
In November 1971 he was first seen at this hospital. At this time his jugular veins were filled to his ears, liver edge palpated 5 cm below the costal margin, 15 mm Hg arterial paradox, but no sign of fluid in his lungs. His chest x-ray showed a large globular heart shadow but no pulmonary oedema. He was admitted for further investigations, which, apart from Hb 12-3 g/ 100 ml and E.S.R. of 43 mm, were unremarkable.
The Food and Cyanide SIR,-I would like to comment on two specific aspects raised in your leading article (27 May, p. 481) which have been of particular interest to me since our original studies on the aetiology of tobacco amblyopial and retrobulbar neuritis in pernicious anaemia.2 Firstly, it is certainly important to remember that, besides being present in tobacco smoke and alcohol, cyanide is widely distributed in the plant kingdom. In this connexion, I contended that retrobulbar neuritis in patients with vitamin B12 deficiency who are non-smokers is the result of exposure to cyanide from some other source than tobacco.3 Abnormally raised plasmacyanocobalamin levels have been found in some patients with the so-called "West Indian amblyopia"4 and in Nigerian patients with tropical amblyopia and ataxic neuropathy.5 The ophthalmic findings, as reported, are consistent with the strict criteria we specified and adopted in the diagnosis of tobacco-amblyopia visual fields,' and add further support to the hypothesis that exposure to cyanide from the dietary source of cassava, or other roots or vegetables containing cyanogenic glycosides, contributes to the pathogenesis of tropical amblyopia.
If the indiscriminate dumping of industrial cyanide waste continues unchecked, with the inherent risk of pollution of soil and water supplies, there may well come the time when more widespread chronic cyanide neurotoxicity occurs from a dietary source in persons with a genetic or acquired error of cyanide or vitamin B12 metabolism.
Secondly, I consider that your statement that "although it has been suggested that vitamin B12 has a primary role in the detoxification of cyanide, this is not finally proved" is open to misinterpretation. It is certainly well recognized that cyanide is also converted to thiocyanate by an independent pathway via the enzyme rhodanese, which is present in vivo in high concentration in the liver. 
